Acrocallosal syndrome is an autosomal recessive form of polysyndactyly associated with mental retardation and agenesis of the corpus callosum. There have been suggestions that it is allelic to the Greig cephalopolysyndactyly syndrome. Linkage analysis, using flanking markers, shows this suggestion is unlikely to be correct.
The acrocallosal syndrome, first described by Schinzel,l is characterised by the combination of pre-and postaxial polydactyly, syndactyly, severe mental retardation, agenesis or hypoplasia of the corpus callosum, hypertelorism, a prominent forehead, and macrocephaly. [1] [2] [3] Fewer than 20 cases have been reported'-'7 and several of the cases described have originated from a small area of Switzerland.21314 Reports of parental consanguinity,"'1617 affected sibs, "4 and affected first cousins'3 provide evidence for autosomal recessive inheritance. The 
LINKAGE
Linkage analysis between the acrocallosal syndrome and marker loci on the short arm of chromosome 7 was performed using the programme LIPED.29 A lod score of at least 3 was considered evidence of genetic linkage and the lod score of -2-0 taken as an exclusion boundary.
Results

SOUTHERN BLOT ANALYSIS
DNA samples from four subjects with the acrocallosal syndrome were digested with several different restriction enzymes and hybridised to DNA probes known to flank or be close to the GCPS locus on chromosome 7p. Using conventional methods of electrophoresis no microdeletions or rearrangements were detected in these cases with R944, P137, EGFR, GLI3, and TCRG probes. The polymorphic characteristics and regional assignments of these probes are given in the table.
LINKAGE STUDY Linkage analysis of the data obtained on the family with the affected first cousins generated a lod score of -2-7 (0=0 01) with probe P137 and -3 1 (0=0 01) with EGFR. EGFR is proximal to the GCPS translocation breakpoint and P137 flanks it distally. The affected children have inherited different P137 and EGFR alleles from their mothers who are sisters ( figure) . The results indicate a double crossover in this family with these two flanking probes and provide evidence that the acrocallosal syndrome does not map in the same region as GCPS. The R944, GLI3, and TCRG probes were largely uninformative.
Discussion
The data presented here give no support to the suggestion that GCPS and the acrocallosal syndromes are allelic disorders. The probes CRI-R944 and P137 have been shown to flank the Greig 3;7 translocation breakpoint30 and R944 is deleted in a patient with GCPS and an interstitial deletion of chromosome 7pl3-14. 
